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L5 A2 ) (angiogenesis ) A2 B I 45 7E 58 26 ] 52 ) R 1Y
SEFE AN DT TR BT 4 00457 P00 2% il 465 A B I A AR
DS B 1048 AR I, BB AR IR YT (anti-angiogenesis ther-
apy) S i Folkman™'1 - 1971 4E4R 1, Bl JE , A 4% % 5
VR AHIEWTZE >4 40 1M 4% 4 i ( anti-angiogenesis ) 7E18 Y7 14
PRI 14 R TholE A AR . B D't 3 ) 2797 15 ( photody-
namic therapy, PDT) F:hik 5 N 5T B9 R W ER A, AT & 3
PDT FEH I8 A2 )00y TS 3B 1 B AE T o A% SCHRLl 1fn 8 A=
A PTIMAE Az LA B PDT #E 3t i 48 A b 9 75 FH 46 7 T i —
CRR AR,
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VFZE W AR PG S0 5 i A N B BV R, M
R A5 S B 2R A LT 22 98 LI 00, 0 g W PR 9 O I A
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SRS AH 5 1Y B BB 17 48 ¥ (age-related macular degeneration ,
AMD) DA K —Seyg L AL XOIRME OC T 48 55, Mg AL il
BRI E N B AT S BOE T F 2R e R R k2 E
290 i A7 ) W S 402 7 S5 0 BRERE T ot A S Vi UL 4T o R
B KRS A A P 084 4 T Bl U AR R A LR
ST 4 952 90 R B3 194 10 A Sy = T LA 10 1 i R
R ST R R BEIR A2 KR 2 T L AMD &g
BB NI R R AR R T R A X i 4 AR G
AHOCBF A R T LA BB AR 9T, 32 8 AT 2E 77 BT & Fn A=
i

i 200 740 £ K 23 DA T L S R A DT 2 S A R
2 ~3 mm® B R 09— 2D AR KBRS I A R, A
M 4E 35 KBRS . Hanahan 25 BV4R 1 48 A2 BT 6 P83
AR I A8 AR RS2 1 A8 AR AR 2 PR R o) R - S [R5, 2
ek AN N (1= AN i v S e R ( ED A EID Al o 5 B VS R =4
PAT R PR 1 PR AL TR SRR i 8 A A AL 00 4k T < FF
Jeb AR BT R R o AR R, R 2 B I A AR S A 1 A
A BT A A < O PAT RS AT e fie 88 B =2 2 K I 5 1Y
SEFIE TR BT AL TR BRAR 5L IRSE

— I A AR 2

HATRILT 30 ZF il 48 A= pUIR #F R, 4n il 8 i Bz AR K
[A-F ( vascular endothelial growth factor, VEGF) B8 P%: il £F 4 40
g4 K K -F (basic fibroblast growth factor, bBFGF) | 3 7 41 Jifg 4=

R H  HEKT PAR B R B3 LY H (No. 05-2-049 ,05-

2-066) ; PR R 2545 F ) [ SRFHAE 3L 4 9 B H (No. ¥ X[ 2004 ]

12 %) ; EERTRNZ A RBHAIFE I H (No. Ak & 117 2005 134 %)
YE& BT . 400010 HE K, 5 PR B R} 2450 W I s e e A2 7 o0y

(BB JEARAE L), TR EE R R 2 7 AR 2= S BT (1L
WIRER P

K [HF (epidermal growth factor, EGF) | Ifil /]y iz I 14 A < PR+
(platelet derived growth factor, PDGF) ¥4 4k A=+ [K + ( transfor-
ming growth factor, TGF) . Jif I8 8 7L I F -« (tumor necrosis fac-
tor-o., TNF-a0) Bl 45 5 K 7 ( hypoxia-inducible factor, HIF) |
HLZR 4R 75 00 33 ) F ( granulocyte-colong stimulating factro, G-
CSF) A % -8 (interleukin-8 , TL-8) J#7H % ( proliferin) B4
%1k & (activators of integrins ) | HF 40 e 2 4 K F ( hepatocyte
growth factor, HGF) 55 . {145 1t 52 ww AH H. b [a] , Ho b L VEGF
M bFGF f5e N %

1. VEGF KA H . HATE Al VEGF ZKIEAT 6 4~ il
1 : VEGF-A ,VEGF-B, VEGF-C, VEGF-D , VEGF-E il Jift # 7 &
A ( placenta growth factor, PIGF) , B Ui i) VEGE &t 2
VEGF-A, & 3 55 43 W i 42 55 1P 7l 1 e R U g 32 R 285 5 TG
M7 2 JFLC 9 ik 40 R 0 366 5, 5 T80 o Bz i 4 24 3 0
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B AL R V] A AL A VEGE A4 FHE %, 35 3040 &
A A E YT

2. bFGF : bFGF 88 200 Jf3 R A B2 40 45 1 R O I 47
TEAH AP BT, E 455 P4 B Al B i) BRI I, bRGF 2 rp it 2 Fn4b
VS 22 A U5 A4 YL %) A1 A 22 43 24 T R i L A IS LR -, B
PN NEAT 22 53 58 H9FE R M Az S0 AE AR AR
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2 A0 1% 1A A A A PR T A R v A T I A N
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WG AR G BB H T B 98 25 P0I08ci i) s AMD H i
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HAR SR B 200 5 5 R R PR RN R OR AR
TR ER S5 TAEE B3 b B RTIG YT I XA 1 2 9 J7 12
A RN R BRI RO AE R YT, (H AR AR AR
Z0RIE . PO H A LS A BT BB B IR ST 5 1% v B o e B
Ui, NI R T 3 M R R VR RS B 7 A T 24 1
ML KR PDT £ JE Al AT N F AR 52t IR A, AT
KB PDT FEHT ML A= 7 AT 4 H T — 285 12 A8 AT FE ARl 9 1
o TR IR 7 38 P e 9 AR — 26 RV Bl A8 0 B0 712

PDT 2 1) FHAE i BB 57 1 AU T A ZH UL DB B0, 7
FEAN R WA G RO AR BRSO, ) A R
YA A REE 53, AT {68 448 B R 20 28 M SR BB 0 — b ifn 48 2E
T

— PDT FEHL I A5 B 1T A 1o FH
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U8 A it BRI A 42 B 45 25 )5 19 PDT PR i, 1987 4R T IR T
PDT f il PREGHLIC , 72 204 9 HPD X L {51 1t A 37 A= 4k
PRIRIEATIRT IS, UESE PDT EHT LA Az iy T & 2 T U Y
VERIFAE At SR MR8 T — 2l

PDT HIFIRIT M E 20 4, 1F 2 E K B A
IV o AU Z — 2 X e S 8 B e B . e
SFCVBIESE R B, M P R 40 TR I 0 HPD , B4 9256 ik
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ST AE P 1 2 MR A, R A R E TS | B A i 4
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A TN B 20 I 6 445 4 A A B0 3 M A O 2 il A i O ARt
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700 7 L R PR ASE o LA BT

1. AN S5 08 AV . A0 i A 20 i 5 Ah SR AT
Py BE B A e RS B e A 5 AR Pl AR . PDT I
DR Fi 51 e 1% 38 5 2 200 i S, 00 55 ) 46 A 2 S Bt 4m
LRI I BB R VR 2 GBI e 24 5E L T 20 4 i
FEE RO GER IS Bt R R, 57 T %, &4t B 1) 43 e s <2 %)
S5 R 40 L P AE OC (Y Bl 8 B0 , T PDT Th BENIR A A2 AN B
C AR RPN , 51— 2R 91 QLB N TP3 3d i B , 85 R
O, W SR AR | PN 5T 0 A5 R A 5 S50 I O T B A I B
[FJES, PDT J5 T S0 200 6 P30 75 e 1 g 1 6 ) 3l 2R 0

2. SRS S A0 TR AR PDT 75 50T A P4 B A A
LR AR A B AR A R R 3 B S N T BT A 4R ( reac-
tive oxygen species, ROS) , 24 ROS 7K -4 i st {7 1K P I
AERE R 15 P fLE ( mitochondrial permeability transition pore,
MPTP) FJift , Lok (A RS FL i) FF 75 5 SO r Ao T 37 2 40 i
B C PR 5k IHom 2 e R A3 ( caspase-3 ) , - Bt R & fifg -
3 JeiF S AR T AR 22 8 1 R A OB 5 (W) RE T
R 3l X F--1 (apoptosis-activating factor-1 , APAF-1) 8T 5
Kl F (apoptosis inducing factor, AIF) FIFT 2 Bt K 2 BE-9 ( pro-
caspase-9) , [ ML HE 2 HE R A3, PR & W-3 3G
SECT V2 H 2 DNA R, ADP RRE 2 5 14 (poly-
ADP-ribose polymerase, PARP) [ Z4## L1, PARP & it K
AMHFEHELZMEAREIIEY , 25 DNA R KEERE S,
PARP f) 2R 15 7E— e dE A T~

3. PABT IS A 0 P O T A . PN B R A i A e T
FRES P, S IR E A5 1 2 BRI, VR 2R BON 5 A
TEALT AT, F823 JE HOR 285 5 U §e 18 e 2 5E L T N R
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RV B 1 AR B edk2 T edk6 , DA T 10 400 i A K45 1k 7
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